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Local Transmission of Plasmodium vivax Malaria — Virginia, 2002 


Malaria transmission in the United States was largely elimi- 
nated during the mid-20th century; however, sporadic cases 
of locally acquired mosquito-transmitted malaria continue 
to occur. Since 1997, four separate probable mosquito- 
transmitted malaria outbreaks have been reported to CDC, 
including one from Virginia (/—3). This report describes the 
investigation of two cases of Plasmodium vivax malaria that 
occurred in northern Virginia in August 2002, and under- 


scores the need for clinicians to consider the possibility of 


malaria in patients with fever of unknown origin. 


Case Reports 

Case 1. On August 23, 2002, a person aged 19 years from 
northern Virginia sought medical care at a family health clinic 
with a 4-day history of fatigue, fever, and chills. The patient 
also complained of muscle aches and sinus pain. A sinus 
infection was diagnosed, and the patient was prescribed 
azithromycin and desloratadine. Four days later, the patient 
returned to the clinic with additional symptoms, dizziness, 
and nausea. On physical examination, the patient had a tem- 
perature of 103.5" F (39.7° C) and tachycardia. Laboratory 
results revealed pancytopenia (platelet count: 61,000/nL 
(normal: 130,000—400,000/nL], hemoglobin: 10 g/dL [nor- 
mal: 11.5—16.0 g/dL], and white blood cell count: 3,300/nL 
(normal: 4,000-11,000/wL]). The patient’s therapy was 
changed to oral levofloxacin. Malaria parasites were identi- 
fied subsequently on a routine complete blood count smear 
taken 4 days after the initial clinic visit. The patient was con- 
tacted and administered chloroquine. A review of the initial 
malaria smear by a local university hospital confirmed the 
diagnosis of P vivax malaria. The patient completed a 3-day 
course of chloroquine therapy and after a normal glucose-6- 
phosphate dehydrogenase (G6PD) test result was placed on 
primaquine for 14 days. The patient had complete resolution 
of symptoms. 


Case 2. On August 25, a person aged 15 years from north- 
ern Virginia was taken to a local emergency department for 
treatment of 2 weeks of headaches and 4 days of fever, nausea, 
vomiting, malaise, and nose bleeds. On physical examination, 
the patient had a temperature of 105.0° F (40.6° C), tachy- 
cardia, splenomegaly, and jaundice. Laboratory values revealed 
pancytopenia (platelet count: 48,000/y~L, hemoglobin: 11.6 
g/dL, and white blood cell count: 3,200/L). A malaria smear 
revealed Plasmodium sp. parasites reported initially as 
nonfalciparum. The patient was admitted to the hospital and 
administered quinine and clindamycin. The smear was con- 
firmed subsequently as P vivax by the Virginia Department 
of Health. The patient’s physician contacted CDC for treat- 
ment recommendations on August 28 because the patient had 
tinnitus, requiring discontinuation of the quinine. The 
patient completed a 3-day course of chloroquine therapy and 
was discharged with complete resolution of symptoms on 
August 31. After a normal G6PD test result, the patient was 
placed on primaquine for 14 days. 


Epidemiologic Investigation 
The two patients had no risk factors for malaria, including 
international travel, blood transfusion, organ transplantation, 
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or needle sharing. The patients lived approximately 0.5 miles 
apart; however, the 19-year-old patient reported numerous 
VISITS TO friends who liv ed directly across the street from the 
15-year-old patient. Residents in the neighborhood surround- 
ing the patients’ homes were asked about recent febrile ill- 
nesses. Medical records from two hospitals serving residents 
in the patients’ neighborhood also were reviewed, and charts 
of patients with a diagnosis of fever of unknown origin were 
obtained. None of the patients’ neighbors had unexplained 
febrile illnesses. Of 224 hospital records available for review, 
21 documented fever with no underlying cause. One of the 
21 patients had persistent symptoms; however, a malaria smear 
did not reveal malaria parasites. No further cases of locally 
acquired malaria have been reported in northern Virginia. 
Washington Dulles International Airport is located <10 
miles from the patients homes. The airport receives nonstop 
international flights from countries in which P vivax malaria 
is endemic. Ill travelers are sent to one of the hospitals 
included in the investigation’s case-detection activities. Phy- 
sicians at two Army bases located nearby were contacted and 
reported no known cases of malaria or fever of unknown origin 


| 
in troops returning from areas in which malaria is endemic. 


Environmental and Entomologic 
Investigation 


The ps nts homes were visited. One home had several 
unscreened or poorly screened windows; the other had well- 
screened windows and a porch. Within the vicinity of both 
homes was a wooded area with a creek and ponds. As a part of 
ongoing West Nile virus (WNV) surveillance activities, trap- 
ping for anopheline mosquitoes within 10 miles of the 
patients homes yielded Anopheles quadrimaculatus and 
In. punctipennis (Figure). Of approximately 870 anopheline 
mosquitoes tested tive pools (four to six mosquitoes per pool) 
captured within 2—6 miles of the patients’ homes tested posi- 
tive for 2 vivax-210 circumsporozoite protein by using a field 
test (Vec Test Medical Analysis Systems, Inc., Camarillo, 
California]) on September 25 and 27 and October 1, 6, and 
11. No mosquito pool has tested positive repeatedly in con- 
firmatory testing by using polymerase chain reaction (PCR); 
however, efforts to confirm the positive VecTest ~ mosquito 


pools are ongoing 
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Editorial Note: Despite 
malaria eradication certifi- 
cation in the United States 


in 1970 (4,5), 10 outbreaks 


involving 17 cases of 


probable locally acquired 
mosquito-borne malaria 
transmission have occurred 
since 1992 (/). The two 
cases from northern 
Virginia represent the first 
cases of probable mosquito- 
borne malaria transmission 
in the United States since 
1999 (/,2) and the second 


reported outbreak in 


Photo/CDC 


Virginia (3). These outbreaks share common features: 1) an 
initial case without known risk factors for malaria, 2) prob- 
able proximity to a person with malaria parasitemia, 3) pres- 
ence of competent mosquito vectors, and 4) environmental 
conditions conducive to the maturation of the parasite in the 
mosquito. 

Approximately 1,000—1,500 cases of malaria in the United 
States are reported annually to CDC (6). The majority are 
diagnosed in travelers from countries in which malaria is 
endemic. The source of infection in the two northern Vir 
ginia residents was probably the bite of an infective mosquito 
that had acquired the parasite by biting a malaria-infected 
person in the general vicinity. Several Anopheles sp. mosqui- 
toes native to the United States are competent malaria vec- 
tors. The An. quadrimaculatus and An. punctipennis 
mosquitoes captured near the patients homes have been 
implicated in previous cases of locally acquired malaria (2,3). 


Numerous pools of these vectors were tested by using 


VecTest . Although this test is used commonly in interna- 


tional settings (7), this is the first time the test has been used 
in an investigation of mosquito-borne malaria in the United 
States. The identification of five malaria-positive pools among 
approximately 870 tested mosquitoes is unexpectedly high 


and has not been observed previously during an investigation 


of a malaria outbreak in the United States. Rapid screening 
tests such as the VecTest ” were not available previously. How- 
ever, because Vec Test’ is a new tool for the investigation of 
local mosquito-borne malaria in the United States, its validity 
in this setting is unknown, and results need to be confirmed 
by using PCR. Efforts are under way to develop testing algo- 
rithms for screening mosquito pools by using VecTest “ and 
confirming results with PCR. 

his investigation underscores the need for clinicians to 
consider the possibility of malaria in patients with fever of 
unknown origin. Although a thorough travel history and risk- 
factor assessment should be a part of the evaluation of febrile 
patients, the possibility of malaria in patients without inter- 
national travel, blood transfusion, organ transplantation, or 
needle sharing should be considered. Rapid diagnosis and 
treatment with effective antimalarial drugs are the basis of 
patient case management and will reduce the chances that an 
infected host will transmit the parasite. The same precautions 
recommended for minimizing exposure to WNV should be 
followed for reducing exposure to malaria-infected Anopheles 
sp. mosquitoes, including wearing long-sleeved shirts and long 
trousers, using insect repellent containing N,N-diethylm- 
toluamide (DEET), and avoiding outdoor activities during 
the late evening. Prompt reporting of patients with 
malaria to local public health authorities assists in activating 
control measures for these isolated cases of mosquito-borne 


malaria. 
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Q Fever — California, Georgia, 
Pennsylvania, and Tennessee, 
2000-2001 


Q fever is a zoonotic disease caused by the bacterium 
Coxiella burnetii. The most common reservoirs are domesti- 
cated ruminants, primarily cattle, sheep, and goats. Humans 
acquire Q fever typically by inhaling aerosols or contaminated 
dusts derived from infected animals or animal products. Its 
highly infectious nature and aerosol route of transmission 
make C. burnetii a possible agent of bioterrorism (/). Although 
up to 60% of initial infections are asymptomatic (2), acute 
disease can manifest as a relatively mild, self-limited febrile 
illness or more moderately severe disease characterized by 
hepatitis or pneumonia. It manifests less commonly as myo- 
carditis, pericarditis, and meningoencephalitis. Chronic 
Q fever occurs in <1% of infected patients, months or years 
after initial infection. Chronic disease manifests most com- 
monly as a culture-negative endocarditis in patients with val- 
vular heart disease. During 2000-2001, a total of 48 patients 
who met the case definition* of Q fever were reported to CDC. 
his report describes the case investigations for six of these 
patients, which indicate that these persons acquired Q fever 
probably through direct or indirect contact with livestock. 
lo enhance surveillance efforts, health-care providers should 


report cases of Q fever to state health departments 


California 


In May 2001, a woman aged 56 years sought treatment 
trom her health-care provider for fever (104 F [40 ¢ 
hepatomegaly, and elevated liver enzymes (alkaline phos- 
phatase 532 U/L (normal: 30-100 U/L], SGOT 178 U/I 
normal: 9-25 U/L], and SGPT 149 U/L [normal: 7—30 U/L)). 
Acute cholecystitis was diagnosed, and a cholecystectomy was 
performed. After the procedure, the patient's symptoms per- 
sisted, and she developed pain and partial paralysis of the left 
leg. Approximately 4 weeks after the woman sought treat- 
ment initially, a computed tomography (CT) scan of the 
patient's chest revealed nonspecific interstitial lung disease. 
Serum samples obtained near the time of the CT scan and 
6 weeks later were tested by an indirect immunofluoresence 


antibody (Ik A) aSSay and demonstrated IeG antibodies reac- 


tive with C. burnetii phase II antigens at reciprocal titers of 





A clin compatible case that is laboratory confirmed 

following 1 fourfold change in antibody tier to C. burneti 
immunofluoresence antibody assay or complement fixation antibody 

test, 2 A positive polymerase chain reaction assay, 3) culture of C. burnetii 
trom a clinical pecimen, Or 4) positive in munostaining of C. durnetii in Ussue 
Probable QQ fever: a clinically compatible case with single supportive IgG of 


IgM titer as defined by the testing laboratory 


>1,024, confirming a diagnosis of Q fever. The patient's hus- 
band aged 62 years also developed a nonspecific febrile illness 
3 days after the onset of his wife's illness; serum specimens 
obtained from him in June and July and tested by IFA dem- 
onstrated IgG antibodies reactive with C. burnetii phase II 
antigens at reciprocal titers of > 1,024. Canvassing of the neigh- 
borhood by a public health nurse revealed that a next-door 
neighbor aged 76 years had a nonspecific febrile illness in 
April 2001. His serum was obtained in August and October 
and was tested by IFA; both specimens demonstrated IgG 
antibodies to C. burnetii phase II antigens at reciprocal titers 
of >1,024. The three patients were treated with doxycycline; 
their symptoms resolved, but the woman has residual neuro- 
logic deficits in her left leg. 

The couple did not own livestock but drove daily on an 
unpaved road past a neighbor's goat herd. Goat kids had been 
born at the farm during the spring. Serum specimens obtained 
from 48 goats in this herd were tested by CDC by using IFA; 
45 (94%) animals had IgG antibodies to C. burnetii at recip- 
rocal titers indicative of current or previous infection (titer 


range: 32—16,384). 


Georgia 

In March 2001, a man aged 46 years sought treatment for 
acute onset of fever, chills, cough, and weight loss; influenza 
was diagnosed. The patient's symptoms persisted, and after 
2 weeks he sought further treatment at an emergency depart- 
ment, where influenza again was diagnosed, and he was 
referred to an infectious disease specialist. A serum sample 
was tested by IFA and reacted with C. burnetii phase II anti- 
gens at a reciprocal titer of >256. The patient was adminis- 
tered a 5-day course of the fluoroquinolone gatifloxacin, and 
symptoms resolved within 2 weeks. A convalescent-phase 
serum sample obtained in April and tested by IFA demon- 
strated an IgG reciprocal antibody titer reactive with 
C. burnetii phase II antigens of >16,384. 

The patient owned several dairy cows, but there had been 
no recent animal births on the premises. Two beef cattle herds 
of approximately 35 animals each were pastured across the 


road from the patient's farm. Serum was drawn from 14 cattle 


from these herds; two animals tested by IFA reacted with phase 


| or Il antigens of C. burnetii at reciprocal antibody titers 
(16—32). 


Pennsylvania 

In September 2000, a man aged 90 years sought treatment 
for fever (101.0° F [38.3° C]) and a 4-month history of mal- 
aise and weight loss after a cholecystectomy. The patient had 


elevated liver enzymes (alkaline phosphatase 181 U/L 
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(normal: 45-115 U/L] and SGOT 51 U/L [normal: 1-40 
U/L]). He was admitted to the hospital for diagnostic evalu- 
ation. In 1998, the patient had undergone aortic valve 
replacement for culture-negative endocarditis and valvular 
insufficiency. A serum sample drawn in November 2000 was 
tested by IFA and demonstrated IgG antibodies reactive with 
C. burnetii phase | antigens at a reciprocal titer of >524,288. 
Presence of C. burnetii was demonstrated in the excised aor 
tic heart valve tissue from 1998 when tested by immunohis- 
tochemical (IHC) staining at CDC. The patient was started 
on long-term doxycycline therapy in October 2000. Since 
electing to discontinue this therapy | year later, the patient 
has had two recurrences. He was admitted to the hospital in 
September 2002 for fever and hypotension. 

The patient had owned and operated a cattle farm but had 
retired from farming 30 years previously. The patient's rela- 
tives raised sheep and goats nearby, but the patient denied 
having contact with their animals. One relative, who raised 
sheep, was found to have an antibody titer reactive with 


C. burnetii phase | antigens but had not experienced illness. 


Tennessee 


In February 2001, a man aged 49 years was admitted to a 
hospital with a right lower-extremity embolism. The patient 
reported a 6-month history of intermittent fever, night sweats, 


fatigue, and arthralgias. A heart murmur had been diagnosed 


+ months previously. On admission, he had a temperature of 


99.2 F (37.3 C) and leukocytosis (white blood cell count of 
14.3x107/L [normal: 4.5—11.0x107/L]}). The embolism in his 
leg was removed surgically. An echocardiogram after hospital 
admission revealed a bicuspid aortic valve with moderate 
stenosis and severe regurgitation, and aortic valve replacement 
was performed. Microscopic examination of the excised valve 
revealed a vegetative growth, but no bacteria or fungi were 
detected by histopathology or routine cultures. Serum 
obtained | week after admission was tested by IFA and dem- 
onstrated IgG antibodies reactive with C. burnetii phase | 
antigens at a reciprocal titer of >512, and the patient was 
administered doxycycline and levofloxacin. CDC detected 
DNA of C. burnetii in the excised aortic valve by polymerase 
chain reaction (PCR). The embolus removed from the patient's 
right leg tested positive for C. burnetii by IHC staining. The 
patient was discharged but was readmitted 10 days later for 
pericardial effusion with tamponade, which resolved after 
surgical intervention. 

The patient owned one goat and a herd of approximately 
100 cattle. In February 2000, the patient had been present at 
the stillbirth of one calf and the premature delivery and death 


of a second calf. Serum samples from 24 cattle in his herd 


were collected in July and tested for antibodies to C. burnetii 


by IFA; one animal had reactivity to phase I and II antigens at 


a reciprocal titer of 16. 

Reported by: M /ay-Russell, DVM, California Dept of Health Sves, 
] Douglas, Calaveras County Dept of Health, San Andreas, California 
C Drenzek, DVM, Georgia Div of Public Health, Dept of Human 
Resources. ] Stone, MD, Cumberland: D Blythe, MD, Maryland D: pt 
of Health. A Weltman, MD, Pennsylvania I Jept of Health. T Jones, 
MD, A Craig, MD, Tennessee Dept of Health. ] McQuiston, DVM, 
C Paddock, MD, W Nicholson, PhD, HA Thompson, PhD, Div of 
Viral and Rickettsial Diseases; S Zaki, MD, National Center for 
Infectious Diseases; ] Wright, DVM, M OReilly, MD, D Kirschke, MD, 
EIS officers, CDC 

Editorial Note: These cases demonstrate acute and chronic 
clinical characteristics of Q fever and indicate some of the 
risk factors for acquiring this disease (see box). The bacte- 
rium C. burnetii is distributed widely in the United States, 
and human cases of Q fever have been reported from almost 
every state (3). Human infections are associated commonly 
with exposure to infected animals giving birth, especially 
ruminants such as sheep, cattle, and goats. Cats, dogs, wild- 
life, and birds also are associated occasionally with human 
infection (3,4). Transmission to humans usually occurs by 
inhalation of droplets or windborne dust containing 
C. burnetii (2-4). The persons whose cases are described in 
this report acquired Q fever probably through exposure to 
infected livestock. Most of the six patients had occupational 
contact with livestock (e.g., farming); however, some of these 
cases demonstrate that persons need not work in a high-risk 
environment or have direct animal contact to become infected 
with C. burnetii. 

In humans, the clinical presentation of Q fever varies widely. 
Acute Q fever might be characterized by a nonspecific febrile 
illness, hepatitis, or pneumonia (5). Acute cholecystitis is not 
known to be associated with C. burnetii infection; however, 
the liver manifestations observed in some patients might 
resemble gall bladder disease. Although one person described 
in this report had a peripheral neuropathy after acute infec- 
tion, such symptoms are uncommon (6). Chronic Q fever 
might manifest months to years after initial infection, most 
commonly as a culture-negative endocarditis (7—9). Persons 
with underlying heart valve defects or prosthetic valves are at 
increased risk for chronic Q fever endocarditis, which might 
occur in up to 40% of persons with valvular heart disease 
following acute Q fever (9). Health-care providers should be 
aware of the signs and symptoms of the disease and consider 
laboratory testing for Q fever in patients exhibiting prolonged 
fever, hepatitis, atypical pneumonia, or blood culture— 
negative endocarditis, particularly patients whose histories 


suggest contact with or exposure to sheep, goats, or cattle. 
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BOX. Epidemiology, diagnosis, treatment, and prevention of Q fever 








Epidemiology 
¢ Classified as a zoonotic disease 
¢ Contracted through exposure to infected ruminants (espe- 
cially parturient goats, sheep, and cattle), with incubation 
time of 3—30 days 
¢ Distributed broadly throughout the United States 
¢ Transmitted primarily through inhalation of airborne bacteria 
¢ Highly infectious 
¢ Designated a possible bioterrorism agent 
Clinical findings 
¢ Up to 60% of infections are asymptomatic 
¢ Acute disease is characterized most frequently by 
High fever and headache 
Pneumonia or hepatitis in approximately 60% of acutely 
ill persons 
Infrequent acute manifestations including pericarditis, 
myocarditis, or meningoencephalitis 
¢ Chronic disease occurs in <1% of infected patients 
Occurs predominantly in patients with underlying 
valvular heart disease, vascular aneurysms, or vascular grafts 
fanifests primarily as culture-negative endocarditis, less 
commonly as vascular or osteoarticular infection 
Laboratory testing 
* Diagnosis made by 
Demonstration of fourfold or greater changes in IgG or 
IgM class-specific testing of paired acute- and convalescent- 
phase serum samples by immunofluoresence antibody 
I levated antibody response to ( burnetii phase | oO! I] 
antigens 
Detection of C. burnetii by polymerase chain reaction 
or immunohistochemical staining 
Treatment 
¢ Acute disease 
Doxycycline 200 mg/day for 2-3 weeks 
¢ Acute disease in patients with valvular heart disease 
Doxycycline 200 mg/day plus hydroxychloroquine 600 
mg/day, for 1 year; dosage of hydroxychloroquine 
adjusted to maintain plasma level at 1+ 0.2 Hey ml 
¢ Chronic 
Doxycycline and hydroxychloroquine, dosage as above, 
tor 1.5—3 years; cessation of therapy determined by 
appropriate serologic profile 
Prevention 
* Minimize or restrict exposures to livestock birthing areas 
¢ Dispose of birth products properly (e.g., incinerate placenta 
and aborted fetuses) 
* Report all human cases to state health departments (Q fever 


is a nationally notifiable disease) 








Q fever usually is diagnosed by evaluating paired 
acute- and convalescent-phase serum samples. In 
humans, the antibody response is directed against phase 
I and phase II antigens of C. burnetii. Patients with acute 
Q fever typically produce an antibody response prima- 
rily to C. burnetii phase II antigen; chronic C. burnetii 
infections typically elicit a higher antibody response to 
phase | antigens (/0). A diagnosis of Q fever also can be 
confirmed by examining biopsies of affected organs by 
using PCR or IHC. Serologic tests may be conducted 
at commercial laboratories, several state health labora- 
tories, or CDC. In animals, serologic tests for anti- 
bodies to C. burnetii are more difficult to interpret. 
Presence of antibodies might indicate previous infec- 
tion with the organism but cannot be used to predict 
human risk (3). 

For treatment of acute Q fever, doxycycline is the drug 
of choice. Initiation of therapy is warranted in patients 
with disease demonstrating clinical and epidemiologic 
features compatible with Q fever. Because antibiotic 
treatment is most effective during the early phase of the 
illness, treatment should not be withheld pending 
results of confirmatory laboratory antibody tests, which 
provide a retrospective diagnosis (2). For patients with 
pre-existing valvular disease, progression of acute dis- 
ease to endocarditis is best prevented by combination 
long-term 


therapy with doxycycline and 


hydroxychloroquine. This regimen also is recommended 


for patients with active Q fever endocarditis (2,9). If 
the infection does not resolve with antibiotic therapy, 
the patient might require excision and replacement of 
the damaged heart valve; however, this will not neces- 
sarily ensure elimination of C. burnetii, and the new 
valve might fail if appropriate antimicrobial treatment 
is not initiated or is withdrawn prematurely (5). 
Because its highly infectious nature and aerosol route 
of transmission make C. burnetii a potential agent of 
bioterrorism, human Q fever became a nationally noti- 
fiable disease in 1999. State health departments should 
report cases to CDC through the National Electronic 
Telecommunications System for Surveillance (NETSS) 
via event code 10255; to facilitate case reporting, 
Q fever case report forms are available at http:// 
www.cdc.gov/ncidod/dvrd/qfever/case_rep_fm.pdf. 
Additional information about Q fever is available at 


hetp://www.cdc.gov/ncidod/dvrd/qfever. 
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Probable Variant Creutzfeldt-Jakob 
Disease in a U.S. Resident — 
Florida, 2002 


On April 18, 2002, the Florida Department of Health and 
CDC announced the occurrence of a likely case of variant 
Creutzfeldt-Jakob disease (vCJD) in a Florida resident aged 
22 years. This report documents the investigation of this case 
and underscores the importance of physicians increasing their 
suspicion for vCJD in patients presenting with clinical fea- 
tures described in this report who have spent time in areas in 
which bovine spongiform encephalopathy (BSE) is endemic. 

In early November 2001, the patient sought medical care 
for depression and memory loss that adversely affected the 
patient’s work performance. The primary-care physician 
referred the patient to a psychologist. In early December 2001, 
the patient received a traffic ticket for failing to yield the 


right of way. In mid-December 2001, the patient had invol- 
untary muscular movements, gait changes, difficulty dress- 


ing, and incontinence. In January 2002, the patient was 


evaluated in a local emergency department for these symp- 


toms. A computerized tomography scan of the head revealed 
no abnormalities; a panic attack was diagnosed, and the 
patient was treated with an anti-anxiety medication. 

In late January 2002, the patient's mother, a resident of the 
United Kingdom, took the patient to England, where medi- 
cal evaluations were conducted during the next 3 months. 
During this period, the patient’s memory loss and other neu- 
rologic symptoms worsened. The patient experienced falls with 
minor injuries, had difficulty taking a shower and dressing, 
and was unable to remember a home telephone number or to 
make accurate mathematical calculations. The patient subse- 
quently became confused, hallucinated, and had speech 
abnormalities with lack of content, bradykinesia, and spastic 
ity. The patient was referred to a neurologist, who suspected 
vCJD and subsequently referred the patient to the National 
Prion Clinic in the United Kingdom. 

Medical evaluations at the National Prion Clinic included 
an electroencephalogram (EEG), which revealed a normal 
alpharhythm, and magnetic resonance imaging (MRI) stud- 
ies, which revealed signal abnormalities in the pulvinar and 
metathalamus region that were suggestive of vCJD. The 
patient had a tonsil biopsy, and a Western blot analysis of the 
biopsy tissue demonstrated the presence of protease-resistant 
prion protein (PrP-res) with the characteristic pattern of vCJD; 
an immunohistochemical test for PrP-res also supported a 
diagnosis of vCJD. Analysis of the prion protein gene 
detected no mutation and showed methionine homozygosity 
at codon 129, consistent with all 105 vCJD patients tested in 
the United Kingdom (R. Will, Western General Hospital, 
Edinburgh, Scotland, personal communication, 2002). 

The patient received experimental treatment with quina- 
crine for 3 months. As of late September 2002, the patient 
had become bedridden, experienced considerable weight loss 
requiring surgical insertion of a feeding tube, and was no 
longer communicating with family members. On the basis of 
a case definition developed in the United Kingdom, the 
patient's illness met criteria for a probable case of vCJD (J). 

The patient was born in the United Kingdom in 1979 and 
moved to Florida in 1992. The patient never had donated or 
received blood, plasma, or organs and never had received 
human growth hormone. There was no family history of CJD. 
In October 2001, before the onset of the illness, the patient's 
wisdom teeth were extracted, but there was no history of major 


surgery. 
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Reported by: S Wiersma, MD, State Epiae miologist, Florida Dept of 
oper, MRCP R Knight, FRCP National Creutzfeldt-Jakob 

Unit, Western General Hospital, Edinburgh 

nea) MD National Prion Clinic, / Jept ot Neurology, 

London: S Joiner. MSc, Medical Resear hb Council 
t of Neurode generative Disease, Institute of Ne urology, 
edom. E Belay, MD, LB Schonberger, MD, Div of 


al L/1sease Vational Center for Infectious Diseases 


Editorial Note: Variant CJD was first reported in 1996 in 
the United Kingdom, where an outbreak of BSE had been 
occurring among cattle since the early 1980s (2). Strong labo- 
ratory and epidemiologic evidenc e indicates that v¢ JD 1S 
linked causally with BSE (3) Although specific foods that 
transmit the BSE agent to humans have not been identified, 
transmission is believed to occur primarily by processed food 
items that contain infectious bovine tissues such as the brain 
Oo! spinal cord. As of early October 2002, a total of 138 vCJD 
cases were reported worldwide, including the case described 
in this report. Consistent with the conclusion that the agent 


of BSE is also the agent responsible for vCJD, most vC]D 


cases (n=128) were reported in the United Kingdom, where 
most BSE cases in cattle have occurred (/ 

he patient described in this report represents the first prob 
able vCJD case in a U.S. resident. The patient had grown up 
in the United Kingdom when the BSE outbreak was increas 
ing and when the risk for human exposures to BSE was prob 
ably at its peak. Therefore, it is likely that this patient was 
exposed to the BSE agent one or more times during 1980 
1992 before moving to the United States and that the interval 
between the patient's exposure to BSE and onset of illness 

21 years. Such an incubation period would be consis 
tent with known incubation periods for other similar diseases 
n humans, such as kuru and CJD related to exposures to 
pituitary-derived human growth hormone (4). 

The patic nt is unlikely to have transmitted the disease to 
others because the patient did not have surgical procedures 
that involved manipulation of known infectious tissues. In 
addition, the disease is not communicable by usual personal 
contact. Appropriate infection-control procedures should be 
followed while performing invasive procedures in patients with 
vCJD (5). Although concerns exist about possible trans- 


mission of vCJD by transfusion of blood, this risk remains 


theoretical. The patient never had donated blood or organs. 


In 1999, because of the theoretical possibility of vCJD trans- 
missions from infected blood donors, blood collection agen- 
cies in the United States began implementing a donor-deferral 
policy to exclude donors who might be at increased risk for 


infection because of a history of >6 months (later changed to 


>3 months) residence or travel to the United Kingdom dur- 
ing 1980-1996. In 2001, this donor-deferral policy was 
expanded to exclude donors who have traveled to other Euro- 
pean countries for an extended period of time since 1980 (6). 

Compared with the classic form of CJD endemic in the 
United States (7), vCJD patients typically have illness onset 
at an unusually young age (median age: 26 years versus 
approximately 68 years for classic CJD). All but one of the 
reported vCJD decedents had illness onset and died before 
age 55 years, compared with approximately 10% of classic 
CJD cases (7,8). Early in the course of the disease, vCJD 
patients usually have early and persistent psychiatric symp- 
toms, including anxiety, depression, and social withdrawal; 
persistent painful sensory symptoms with dysesthesia and/or 
parasthesia also have been reported (8). Evaluation of the clini- 
cal manifestations of the first 100 v ‘| D patients in the United 


y 
> 


Kingdom indicated that onset of frank neurologic signs (e.¢ 
gait disturbances, slurring of speech, and tremor) was usually 
delayed by several months after illness onset. Other neuro- 
logic signs (e.g., chorea, dystonia, and myoclonus) frequently 
developed late in the course of the illness (8). A prominent, 
symmetrical pulvinar high signal on T2-weighted and/or pro- 
ton-density—weighted MRI has been reported in most vCJD 
patients (9). In the absence of any other more plausible expla- 
nation, patients showing these clinical and radiologic features 
should be investigated for vCJD. In such patients, a history 
of travel to a BSE-endemic area increases the clinical suspi- 
cion for vCJD. In vCJD, but not other forms of CJD, there is 
prominent involvement of the lymphoreticular tissues (/0). 
\ tonsil biopsy with demonstration of a characteristic abnor- 
mal prion protein by Western blot and immunohistochemis- 
try can help establish a diagnosis of VCJD. The EEG in vCJD 
patients is typically normal or shows nonspecific abnormali- 
ties. All 105 vCJD patients tested in the United Kingdom 
were homozygous for methionine at the polymorphic codon 
129 of the prion protein gene (R. Will, Western General 
Hospital, Edinburgh, Scotland, personal communication, 
2002). The possible benefits of treating classic CJD and vCJD 
patients with quinacrine are under evaluation. 

Physicians should report suspected vCJD cases to their 
local and state health departments. Because the clinical mani- 
festations and age distribution of vCJD patients can overlap 
with those of classic CJD patients, a brain autopsy should be 
conducted in all such cases to distinguish suspected or diag- 
nosed vC]D from classic CJD. A neuropathologic evaluation, 
in addition to helping to confirm the diagnosis, would help 
identify other potentially emerging prion diseases in humans. 
lo facilitate neuropathologic studies of suspected or diagnosed 


prion diseases in humans, CDC, in collaboration with the 
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American Association of Neuropathologists, established 
the National Prion Disease Pathology Surveillance Center. 
Physicians are encouraged to use the free services of this 
pathology center to confirm the diagnosis in suspected vCJD 
or classic CJD patients. Information about the center is avail- 


able at http://www.cjdsurveillance.com. 
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West Nile Virus Activity — 
United States, October 10-16, 2002, 
and Update on West Nile Virus 
Infections in Recipients 
of Blood Transfusions 


This report summarizes West Nile virus (WNYV) surveil- 
lance data reported to CDC through ArboNET and by states 
and other jurisdictions as of 8 a.m. Mountain Daylight Time, 
October 16, 2002. 


WNV Surveillance 


During October 10-16, a total of 256 laboratory-positive 
human cases of WNV-associated illness were reported from 
Indiana (n=47), Nebraska (n=34), Michigan (n=32), Ohio 
(n=28), Illinois (n=21), Missouri (n=11), Pennsylvania (n=i0), 
the District of Columbia (n=seven), Iowa (n=six), Kansas 
(n=six), Kentucky (n=six), Louisiana (n=six), Texas (n=six), 
Maryland (n=five), Georgia (n=four), South Dakota (n=four), 
lennessee (n=four), Mississippi (n=three), New York 
(n=three), Virginia (n=three), Florida (n=two), Massachusetts 
(n=two), Minnesota (n=two), Connecticut (n=one), New Jer- 
sey (n=one), Vermont (n=one), and Wyoming (n=one). Dur- 
ing this reporting period, Kansas, Vermont, and Wyoming 
reported their first human cases of WNV infection. During 
the same period, WNV infections were reported in 218 dead 
crows and 97 other dead birds. A total of 1,135 veterinary 
cases (1,026 equine and one other species) and 424 WNV- 
positive mosquito pools were reported. 

During 2002, a total of 3,052 human cases with laboratory 
evidence of recent WNV infection have been reported from 
Illinois (n=675), Michigan (n=433), Ohio (n=341), Louisi- 
ana (n=299), Indiana (n=204), Mississippi (n=171), Missouri 
(n=149), Nebraska (n=114), Texas (n=107), New York (n=63), 
Kentucky (n=50), Pennsylvania (n=47), Tennessee (n=44), 
Alabama (n=39), Iowa (n=39), South Dakota (n=37), Min- 
nesota (n=33), Wisconsin (n=28), Georgia (n=23), Virginia 
(n=23), Maryland (n=19), Massachusetts (n=19), North 
Dakota (n=15), the District of Columbia (n=13), Connecti- 
cut (n=12), Florida (n=12), Arkansas (n=11), New Jersey 
(n=eight), Kansas (n=six), Colorado (n=five), Oklahoma 
(n=four), North Carolina (n=two), West Virginia (n=two), 
California (n=one), Rhode Island (n=one), South Carolina 
(n=one), Vermont (n=one), and Wyoming (n=one) (Figure). 
Among the 2,661 patients for whom data were available, the 
median age was 56 years (range: 1 month—99 years); 1,416 
(54%) were male, and the dates of illness onset ranged from 
June 10 to October 6. A total of 153 human deaths have been 
reported. The median age of decedents was 79 years (range: 
27-99 years); 93 (61%) deaths were among men. In addi- 
tion, 6,289 dead crows and 4,611 other dead birds with WNV 
infection were reported from 42 states and the District of 
Columbia; 6,427 WNYV infections in mammals (6,418 
equines, three canines, and six other species) have been 
reported from 35 states (Alabama, Arkansas, Colorado, Dela- 
ware, Florida, Georgia, Illinois, Indiana, lowa, Kansas, Ken- 
tucky, Louisiana, Maryland, Massachusetts, Minnesota, 
Mississippi, Missouri, Montana, Nebraska, New Jersey, New 
Mexice, New York, North Carolina, North Dakota, Ohio, 
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FIGURE. Areas reporting West Nile virus (WNV) activity — 
United States, 2002* 
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Additional information about WNV activity is available 

from CDC at http://www.cde.gov/ncidod/dvbid/westnile 

index.htm and http://www.cindi.usgs.gov/hazard/event 


west_nile/west_nile.html 


WNV Infections in Recipients of Blood 
Tranfusions 


CDC, the Food and Drug Administration, and the Health 
Resources and Services Administration, in collaboration with 
blood collection agencies and state and local health depart 
ments, continue to investigate West Nile virus (WNV) infec- 
tions in recipients of blood transfusion. During August 
28—October 16, CDC received reports trom 14 states of 25 
patients with West Nile meningoencephalitis (WNME) and 
four with other WNV-associated illnesses diagnosed after 
receiving blood components in the month before illness 


onset. All 29 of these patients resided in areas with high levels 


of WNV activity. CDC has been notified of one additional 
case, but demographic and clinical information is pending. 
Investigations are ongoing to determine whether transfusion 
was the source of WNYV transmission. To date, four investi- 
gations provide evidence that WNV can be transmitted 
through blood transfusion. 

Of the 29 cases, 14 (48%) were reported since October 1. 
Of the 24 patients for whom an illness onset date was speci- 
fied, illness began in July (two patients), August (eight), 
September (13), and October (one); one additional patient, 
an organ donor, had West Nile viremia at the time of organ 
recovery in late July following receipt of multiple blood trans- 
fusions (/). Among these patients, the reason for hospitaliza- 
tion or the underlying conditions included a surgical 
procedure or obstetric delivery (eight); solid organ transplan- 
tation (four patients who received an organ from different 
donors who did not have evidence of WNYV infection at the 
time of organ recovery); hematologic conditions (including 
myelodysplasia [three patients], acute myelogenous leukemia 
five], acute lymphocytic leukemia [one], non-Hodgkin's lym- 
phoma [one], thrombotic thrombocytopenic purpura [one]); 
and other medical conditions (six patients). These 29 patients 
received blood components from a median of 17 donors 
(range: two—185 donors). Among nine patients who died, 
WNME was the probable cause of death. 

Among the four cases that provided evidence that WNV 
can be transmitted through blood transfusion, two patients 
developed confirmed WNME after receiving different blood 
components derived from a single blood donation that was 
subsequently found to have evidence of WNV (2). In follow- 
up testing, this donor seroconverted and developed WNV 
loM antibody. In another case, WNV was isolated from a 
withdrawn unit of frozen plasma from the suspected dona- 
tion, indicating that the virus can survive in some blood com- 
ponents (/). The donor of this plasma subsequently developed 
an acute febrile illness and seroconverted following the sus- 
pect collection. In a fourth case, a patient who had been hos- 
pitalized for 65 days developed WNME after receiving a 
component derived from a suspected donation that contained 
WNV RNA. Follow-up found that the donor had developed 
a febrile illness compatible with WNV-associated fever within 
days of the suspect donation; serology testing is pending. 

Cases of WNV infection in patients who have received blood 
transfusions within the 4 weeks preceding illness onset should 
be reported to CDC through state and local public health 
authorities. Serum or tissue samples should be retained for 
later studies. In addition, cases of WNV infection in persons 


with illness onset within 2 weeks after blood donation should 
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be reported. Prompt reporting of these cases will 
facilitate withdrawal of potentially infectious blood compo- 
nents. 

Additional information about WNYV activity is available 
from CDC at hetp://www.cdc.gov/ncidod/dvbid/westnile 
index.htm and http://www.cindi.usgs.gov/hazard/event 
west_nile/west_nile.html. 
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Notice to Readers 


Pneumococcal Vaccination for Cochlear 
Implant Recipients 


CDC and the Food and Drug Administration, in collabo 
ration with state health departments, are investigating the 
occurrence of bacterial meningitis among cochlear 
implant recipients (/,2). The implant, as a foreign body, and 
the design of the electrode are considered possible risk fac 
tors. Other potential risk factors for meningitis among 
cochlear implant recipients include a history of meningitis 
a leading cause of sensorineural hearing loss), a history of 
recurrent otitis media, immunodeficiency, a pre-existing 
inner ear abnormality, and an occult cerebrospinal fluid leak. 

As of October 4, 2002, a total of 53 cases of meningitis 
were reported in the United States among cochlear implant 
recipients (2). In the United States, approximately 21,000 
persons have cochlear implants (3). Of the 23 cases for which 
bacterial culture results were available, 16 were caused by 
Streptococcus pneumoniae (pneumococcus) (2). 

Vaccination against pneumococcal disease is recommended 
by the Advisory Committee on Immunization Practices 
(ACIP) for persons at increased risk for pneumococcal men 
ingitis. Because preliminary data suggest a higher risk for pneu 


11 
mococcal meningitis in cochlear implant recipients, ¢ D¢ 


recommends that all persons with cochlear implants receive 


age-appropriate vaccination against pneumococcal disease as 
recommended for other persons at high risk for invasive pneu 
mococcal disease; recommendations will be reviewed after 


completion of the investigation. These persons should receive 


the 7-valent pneumococcal conjugate (Prevnar™) or 23 
valent pneumococcal polysaccharide (Pneumovax™ and Pnu 
Imune™) vaccine, or both, according to ACIP schedules for 
persons at high risk (4,5). During the current pneumococcal 
conjugate vaccine shortage, children aged <5 years with 
cochlear implants should be given the same priority for avail 
able vaccine as children in other high-risk groups (6). Addi 
tional information on the use of vaccines for cochlear implant 
recipients is available from CDC’s National Immunization 
Program at heep:, W ww.cdc.gov nip/issues cochlear 


cochlear-hep.htm. 
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Erratum: Vol. 51, No. 40 


In the report “Vancomycin-Resistant Staphylococcus aureus- 
Pennsylvania, 2002,” on page 902, reference 3 was incorrect. 
The reference should be: 

3. National Committee for Clinical Laboratory Standards. Methods for 
dilution antimicrobial susceptibility tests for bacteria that grow aerobi 
lly. Sth ed. Approved standard, M7-A5. Wayne, Pennsylvania 


tional Committee for Laboratory Standards, 2000 
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FIGURE I. Selected notifiable disease reports, United States, comparison of provisional 4-week totals ending October 12, 2002, with 
historical data 


CASES CURRENT 
4 WEEKS 


DISEASE DECREASE INCREASE 
Hepatitis A, Acute 442 
Hepatitis B, Acute 368 
Hepatitis C; Non-A, Non-B, Acute 78 
Legionellosis 113 
Measles, Total 
Meningococcal Infections 
Mumps 
Pertussis 


Rubella 





T T 


0.125 0.5 1 


Ratio (Log Scaley 


ES Beyond Historical Limits 


* Ratio of current 4-week total to mean of 15 4-week totals (from previous, comparable, and subsequent 4-week periods for the past 5 years). The point where the hatched area begins 
is based on the mean and two standard deviations of these 4-week totals 


TABLE |. Summary of provisional cases of selected notifiable diseases, United States, cumulative, week ending October 12, 2002 (41st Week)* 


Cum. Cum. Cum. Cum. 
2002 2001 2002 2001 
Anthrax 2 4 Encephalitis: West Nile’ 900 46 
Botulism foodborne 11 33 Hansen disease (leprosy)' 61 53 
infant 43 77 Hantavirus pulmonary syndrome’ 11 7 
other (wound & unspecified) 19 13 Hemolytic uremic syndrome, postdiarrheal' 155 137 
Brucellosis’ 62 102 HIV infection, pediatric’ 137 147 
Chancroid 57 29 Plague - 2 
Cholera 4 4 Poliomyelitis, paralytic - - 
Cyclosporiasis' 160 127 Psittacosis' 17 12 
Diphtheria 1 2 Q fever’ 34 21 
Ehrlichiosis: | human granulocytic (HGE)' Rabies, human 2 1 
human monocytic (HME)' 97 Streptococcal toxic-shock syndrome’ 64 62 
other and unspecified 5 Tetanus 18 26 
Encephalitis: California serogroup viral’ 83 Toxic-shock syndrome 90 94 
eastern equine’ 8 Trichinosis 12 20 
Powassan' - - Tularemia' 52 
St. Louis" 1 75 Yellow fever 1 
western equine’ 2 
-:No reported cases 
* Incidence data for reporting year 2001 and 2002 are provisional and cumulative (year-to-date) 
. Not notifiable in all states. 


* Updated monthly from reports to the Division of HIV/AIDS Prevention — Surveillance and Epidemiology, National Center for HIV, STD, and TB Prevention 
(NCHSTP). Last update September 29, 2002 
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TABLE Il. Provisional cases of selected notifiable diseases, United States, weeks ending October 12, 2002, and October 13, 2001 
(41st Week)* 





Escherichia coli, Enterohemorrhagic 





Shiga Toxin Positive, 
AIDS Chiamydia' Cryptosporidiosis 0157:H7 Serogroup non-0157 

Cum Cum Cum. Cum Cum. Cum Cum. Cum. Cum. Cum. 
Reporting Area 2002° 2001 2002 2001 2002 2001 2002 2001 2002 2001 
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TABLE Il. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending October 12, 2002, and October 13, 2001 


(41st Week)* 





Reporting Area 


Escherichia coli 
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invasive 





All Ages, 
All Serotypes 


Age <5 Years 





Serotype 
B 





Cum. Cum. 
2002 2001 











Cum. 
2002 





Cum. 
2002 


Cum. 
2001 








Cum. 
2002 


Cum. 
2001 





Cum. 
2002 








UNITED STATES 


NEW ENGLAND 
Maine 

N.H 

Vt 

Mass 

R.1 

Conn 


MID. ATLANTIC 
Upstate N.Y 
N.Y. City 

N.J 

Pa 


E.N. CENTRAL 
Ohio 

Ind 

Wl 

Mich 

Wis 


W.N. CENTRAL 
Minn 

lowa 

Mo 

N. Dak 

S. Dak 

Nebr 

Kans 


S. ATLANTIC 
Del 

Md 

D.C 

Va 

W. Va 

N.C 

S.C 

Ga 

Fla 


W.S. CENTRAL 
Ark 

La 

Okla 

Tex 
MOUNTAIN 
Mont 

Idaho 

Wyo 

Colo 

N. Mex 
Ariz 

Utah 

Nev 


PACIFIC 
Wash 
Oreg 
Calif 
Alaska 
Hawaii 


Guam 

PR 

V1 

Amer. Samoa 
C.N.M.1 


30 13 
1 


U U 
: U 


12,904 


1,317 
165 
32 
106 
658 
128 
228 


799 


251,296 


5,782 
110 
104 

80 

2,591 
699 

2,198 


31,224 
6,820 
9,255 
5,682 
9,467 


49,834 
13,138 
5,649 
14,944 
11,582 
4,521 
13,050 
2,291 
944 
6,817 
42 
205 
711 
2,040 


64,302 
1,217 
6,770 
2,126 
7,510 

737 

12,502 
5,730 

12,526 

15,184 


21,473 
2,792 
7,352 
6,535 
4,794 


36,692 
3,044 
9,528 
3,710 

20,410 


7,904 
76 

70 

49 
2,708 
1,047 
2,939 
198 
817 
21,035 
2,269 
676 
17,087 
468 
535 


281 
31 
U 
13 


279,775 


5,325 
107 
146 

53 

2,484 
644 

1,891 


32,323 
6,547 
9,965 
5,530 

10,281 


58,879 
16,397 
5,367 
18,756 
13,629 
4,730 


13,087 
2,053 
1,042 

770 
37 
226 
912 
2,047 


73,015 
1,342 
7,119 
2,293 
8,412 

527 

13,746 
9,019 

13,838 

16,719 


25,261 
2,779 
7,801 
8,386 
6,295 


41,662 
3,712 
10,040 
3,734 
24,176 


8,197 
84 

61 
64 
2,483 
787 
3,076 
148 
1,494 


22,026 
2,372 
904 
17,932 
332 
486 


39 
468 
21 
U 

U 


1,184 


1,164 
82 87 
1 2 


< 


Fy 4 


/ 


42 


3 


17 





N: Not notifiable 


U: Unavailable 


No reported cases 


* Incidence data for reporting year 2001 and 2002 are provisional and cumulative (year-to-date) 
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TABLE li. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending October 12, 2002, and October 13, 2001 
(41st Week)* 





Haemophilus influenzae, invasive 
Age <5 Years Hepatitis (Viral, Acute), By Type 
Non-Serotype B Unknown Serotype B C; Non-A, Non-B 


Cum Cum Cum. Cum. " . Cum. Cum. Cum. Cum. 
Reporting Area 2002 2001 2002 2001 2002 2001 2002 2001 


JNITED STATES 193 19 14 24 5,5 7,875 5,337 5,596 12,103 3,186 
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C.N.M.1 

N: Not notifiable U: Unavailable -: No reported cases 

* Incidence data for reporting year 2001 and 2002 are provisional and cumulative (year-to-date) 
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TABLE Il. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending October 12, 2002, and October 13, 2001 
(41st Week)* 





Measles 
Legionellosis Listeriosis Lyme Disease Malaria Total 
Cum. Cum. Cum. Cum. Cum. Cum. Cum. Cum. Cum. 
Reporting Area 2002 2001 2002 2001 2002 2001 2002 2001 2002 
UNITED STATES 810 839 11,967 12,347 


NEW ENGLAND 75 54 3,475 3,576 
Maine 2 7 5 - 53 - 
N.H 4 8 203 72 
Vt 30 5 27 16 
Mass 26 961 1,040 
RI 2 288 413 
Conn 11 1,943 2,035 
MID. ATLANTIC 216 6,974 6,690 
Upstate N.Y 71 2,680 
N.Y. City 43 125 61 
N.J 21 866 1,888 
Pa 81 2,061 
E.N. CENTRAL 199 68 673 
Ohio 88 G 50 33 
Ind 17 18 22 


tl - 30 
Mich 66 5 


Wis 28 
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N: Not notifiable U: Unavailable -: No reported cases. 
* Incidence data for reporting year 2001 and 2002 are provisional and cumulative (year-to-date) 
* Of 22 cases reported, 10 were indigenous and 12 were imported from another country 

Of 106 cases reported, 53 were indigenous and 53 were imported from another country 
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TABLE Il. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending October 12, 2002, and October 13, 2001 
(41st Week)’ 





Meningococcal 
Disease Mumps Pertussis 


Cum. Cum. Cum. Cum. : Cum. 
Reporting Area 2002 2001 2002 2001 2002 
JNITED STATES 


4,810 


Rabies, Animal 




















344 1,868 209 191 
NE WwW E NG At 
Maine 

NH 


vf ) RE 4 


Amer. Samoa 


C.N.M U 
N: Not notifiable U: Unavailable 


* Incidence data for reporting year 2001 





reported cases 


€ provisional and cumulative (year-to-date 
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TABLE Il. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending October 12, 2002, and October 13, 2001 
(41st Week)* 





Rubella 
Rocky Mountain Congenital 
Spotted Fever Rubella Salmonellosis 
Cum. Cum. Cum. Cum. 
Reporting Area 2002 2001 2002 2001 


UNITED STATES 763 478 - 30,671 31,343 


NEW ENGLAND 3 3 - - - - 1,742 1 
Maine - - - - - - 113 
1 . . . . 113 
- - - - - 67 67 
969 
129 
351 
799 
233 
061 
562 
943 


222 
120 
372 
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MID. ATLANTIC 
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C.N.M.1 - U 





N: Not notifiable U: Unavailable - : No reported cases 
* Incidence data for reporting year 2001 and 2002 are provisional and cumulative (year-to-date) 
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TABLE Ii. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending October 12, 2002, and October 13, 2001 


(41st Week)* 





Reporting Area 


Shigellosis 


Streptococcal Disease, 
Invasive, Group A 


Streptococcus pneumoniae, 
Drug Resistant, Invasive 


Streptococcus pneumoniae, 
invasive (<5 Years) 








Cum Cum. 
2002 2001 





Cum. Cum. 





2002 2001 





Cum. Cum. 





Cum. Cum. 





NITE STATE 


4,880 


3293 


2002 2001 


4 2 4 
s) y _ 


‘7 


2002 2001 
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TABLE Il. (Continued) Provisional cases of selected notifiable diseases, United States, weeks ending October 12, 2002, and October 13, 2001 
(41st Week)* 





Syphilis Typhoid 
Primary & Secondary Congenital Tuberculosis 


Cum. Cum. Cum. Cum. Cum. Cum. Cum. 
Reporting Area 2002 2001 2002 2001 2002 2001 2002 
UNITED STATES 4,848 4,700 250 401 9,110 10,727 201 


NEW ENGLAND 111 47 - 4 277 354 15 


2 - - - 10 15 
4 - - 10 13 
1 - . 4 
78 - 155 184 

6 - - 29 49 
20 - 73 89 


1,651 793 
227 276 
845 892 
395 395 
184 230 
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N: Not notifiable U: Unavailable - : No reported cases 
* Incidence data for reporting year 2001 and 2002 are provisional and cumulative (year-to-date) 
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TABLE Ill. Deaths in 122 U.S. cities,“ week ending October 12, 2002 (41st Week) 
All Causes, By Age (Years) All Causes, By Age (Years) 























NEW ENGI AN 189 336 9 34 8 f 46 S. ATLANTIC 2 768 296 


a7 4 5 : 1 Atlanta, Ga 3 ‘ 19 


Baltir 


All P&l' 
Reporting Area Ages >65 45-64 25-44 1-24 <1 | Total Reporting Area | 45-64 a 1-24 


46 


Long B 
»s Angeles 
’asadena, Ca 
Ore 


Sacramento 


LhwWwWwWwWwWOCWNODW 


San Diego, Cal 
San Franciscc 
San Jose, Calif 


= =| 
Santa Cruz, Calif 
Seattle, Wast 
Spokane, Wash 


Tacoma, Wast 


TOTAL 


22) 
— 


Paul, Minr = 38 


ichita, Kans 30 50 








Unavailable No reported cases 
* Mortality data in this table are voluntarily reported from 122 cities in the United States most of which have populations of >100,000. A death is reported by the place of its 
> and by the week that the death certificate was filed etal deaths are not included 
Pneumonia and influenz: 


: Because of changes in reporting methods in this Pennsylvania city, these numbers are partial counts for the current week. Complete counts will be available in 4 to 6 weeks 
1Otal includes unknown ages 
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